Echocardiographic four chamber view showing thrombi in the left ventricle (LV).
Anticoagulation with warfarin was started to maintain the international normalised ratio between 3 and 4. Heparin was avoided in view of the thrombocytopenia. Treatment with lisinopril was started for persisting mild hypertension.
Serial echocardiograms were performed each week for 4 weeks and every 3 months. At one week the septal thrombus appeared slightly larger, but at 3 weeks and 6 months it was no longer visible (fig). The apical thrombus remained unchanged.
Discussion
The "striking clinical constellation" of the APS, described by Hughes,' is important for all specialists. There are many cardiological features, including labile and malignant hypertension, culture negative endocarditis, pulmonary hypertension, cardiomyopathy, and thrombus mimicking myxoma. Premature ischaemic heart disease may occur; however, the role of anticardiolipin antibodies in this condition is not clear.3 Neurological features are also diverse and include various forms of cerebral ischaemia.4 Stroke caused by cerebral embolus from cardiac chambers is thought to be rare. 4 The first two reports of intracardiac thrombosis were in 30 year old women with systemic symptoms and no embolic features. One had a systolic murmur and click and was shown to have a right ventricular mass on echocardiography. She had complex calcified thrombosis attached to multiple anomalous right ventricular muscle bands.5 The other patient had a systolic click and on echocardiography was shown to have a large right atrial thrombus mimicking a myxoma.6 In a series of 72 patients with cerebral ischaemia three had atrial or ventricular thromboses, which were usually described as being associated with akinetic segments.7 A right ventricular thrombosis was recently described in a patient presenting with fever and pulmonary infarction. At surgery the ventricular wall was partly replaced by inflammatory tissue.8 The only other description of a left ventricular thrombosis was in a patient with diffuse left ventricular dysfunction who had a mobile serpentine thrombosis.9 This thrombosis embolised shortly after it was diagnosed and this caused a massive stroke.
There are several possible mechanisms for the hypercoagulability in APS.' Our patient had apical hypokinesia of unknown cause. This did not appear to be extensive enough to contribute significantly by stasis, but it may be an essential feature.7 Serial echocardiograms showed the dynamic nature of one of the thrombi. The apical thrombus, which appeared fixed to the endocardium, showed no change whereas the more mobile thrombus resolved. It is uncertain whether this thrombus embolised, for which there was no clinical evidence, or lysed spontaneously. Long-term anticoagulation with high dose warfarin was given, to obtain an INR > 3.0.10 Low dose aspirin may be used' although there is little evidence of additional benefit.'0
The usefulness of echocardiography in young stroke patients without clinical heart disease is not clear." We have shown a clear source of embolism in a patient with APS and we wonder whether left ventricular thrombosis has been underestimated in such patients.
